SUMMARY Chronic subdural haematomas are frequently seen in neurosurgical practice, but because of the multitude of their clinical presentations, appropriate diagnosis is often not made in the early stages. The cases reported concern a 62-year-old male and a 54-year-old woman, both presenting in an unusual manner, namely a progressive quadriparesis. (fig 1) . Bilateral burr holes were performed and the dura opened to reveal extensive chronic subdural collections of blood. Some fresh blood was present indicative of recent bleeding. The chronic subdural haematoma was evacuated and bilateral drains were clipped in place. Within 24 hours the patient improved dramatically. He became fully alert and orientated with some improvement in the quadriparesis. Radiographs, on which the positions of the clips were visible, showed that cerebral re-expansion had occurred. He was given intravenous fluids and hydrocortisone (250 mg/day) for four days and recovered completely over the succeeding two weeks.
In a variety of clinical situations, blood may accumulate between the brain and its surrounding dural covering to produce a haematoma. The clinical manifestations which occur as a consequence of the dynamic alteration in intracranial pressure/volume relationships in response to the changing pathology of the haematoma are quite varied and the diagnosis is easily missed. This is particularly so in the case of chronic subdural haematomas as the initial injury may be minimal or indeed forgotten. It (fig 1) . Bilateral burr holes were performed and the dura opened to reveal extensive chronic subdural collections of blood. Some fresh blood was present indicative of recent bleeding. The chronic subdural haematoma was evacuated and bilateral drains were clipped in place. Within 24 hours the patient improved dramatically. He became fully alert and orientated with some improvement in the quadriparesis. Radiographs, on which the positions of the clips were visible, showed that cerebral re-expansion had occurred. He was given intravenous fluids and hydrocortisone (250 mg/day) for four days and recovered completely over the succeeding two weeks.
Case 2 A 55-year-old woman with no significant past medical history, was apparently completely well until 8 January 1982 when she bent forwards to get out of the passenger seat of a car and suddenly developed weakness of the right leg. This was global and was not associated with any sensory disturbance and completely settled over eight to ten minutes. She woke up that night to go to the lavatory, fell down and found that she could not use her right arm or right leg and was admitted to hospital. She was fully alert and orientated in space and time with no impairment of higher intellectual function. Her cranial nerves and fundi were normal. She had no movement whatsoever in her right lower limb and movement of the right upper limb was Cameron.5 The deficit in the arms can perhaps be explained by direct compression or distortion of the cerebral hemispheres. However this does not account for severe motor weakness in the legs as the cortical areas responsible for the lower limbs would be relatively protected from the direct effect of compression. The paraparesis may have developed from ischaemia of the appropriate cortical areas supplied by the anterior cerebral arteries. This would necessitate marked frontal lobe ischaemia, which should be accompanied by an alteration in conscious level. It has been proposed that the quadriplegia might be a manifestation of brain stem compression or distortion although it seems to develop in the absence of any specific or significant brain stem symptoms or signs. Finally it has been postulated that the quadriplegia might result from a diminished venous drainage from the Rolandic zone resulting from compression of the veins draining from this region to the superior longitudinal sinus.3 
